SUMMARY A middle aged woman presented with acute, severe, intravascular coagulation leading to ischaemic necrosis of the extremities. Pulmonary involvement required artificial ventilation, and there was evidence of hepatic, pancreatic, and renal damage, which resolved without complication. These events may have been triggered by the ingestion of compound diuretic tablets. The finding of the 'lupus anticoagulant' and anticardiolipin antibodies, together with high titre antinuclear factor in the serum, and antibodies to extractable nuclear antigen (RNP), and a past history of spontaneous abortion, suggest that this was a dramatic manifestation of an immune connective tissue disorder.
(triamterene 50 mg and hydrochlorothiazide 25 mg), after which she became unwell with weakness, nausea, and vomiting for 24 hours. On the day before admission she again took the diuretic tablet and 12 hours later developed rigors, nausea, vomiting, diarrhoea, and shortness of breath. She complained of severe pains in the arms and legs. On admission she was confused and pyrexial (38-5°C) with a tachycardia of 140/minute. Her blood pressure was unrecordable and there was marked cyanosis of the nose, hands, and feet ( Fig. 1) .
Her past medical history had been unremarkable apart from the miscarriage of a twin conception 17
Accepted for publication 17 kPa; the cyanosis of the extremities had, however, become more pronounced. Urine output was satisfactory at 50-100 ml/h.
The following morning she complained of worsening pains in the hands and feet. She was febrile, 38°C, the respiratory rate had risen to 50/minute, -JI.4_g:. and the blood pressure had fallen to 80 mmHg systolic with a pulse of 130/minute and central venous pressure +1 cm. Chest x ray again showed alveolar shadowing and blood gas analysis had deteriorated (pH 7-35; Po, 6-6 kPa; Pco, 4-2 kPa). There was tenderness in the epigastrium; serum amylase was 510 IU/l. She was transferred to the intensive care unit (Dr D W Ryan) for intermittent positive pressure ventilation. Abdominal ultrasound showed no evidence of hepatic or intra-abdominal abscess. Bowel ischaemia seemed likely.
No evidence of bacterial infection was found on initial blood and urine cultures or high vaginal swab. Subsequently the results of tests for hepatitis B. mycoplasma, legionella, and virus titres were negative. The antibiotics were changed to intravenous metronidazole 400 mg and erythromycin 1 g, eight hourly. Intravenous dextran 40 and glyceryl trinitrate were given in addition to heparin to try to improve the peripheral circulation. The distal hands, feet, and nose now appeared frankly gangrenous.
The serum AST level rose to a maximum of 900 IU/l on the second day. Her fever resolved and artificial ventilation was discontinued five days after admission; bowel sounds returned the next day. The serum amylase continued to rise to a maximum of 2543 IU/I on the seventh day. The serum albumin had fallen to 26 g/l and marked oedema of the lower limbs and sacrum developed. The chest x ray and renal function rapidly returned to normal.
Antibiotics were discontinued after 12 days. Treatment was simplified to oral prednisolone 60 mg daily, potassium supplements, and buprenorphine for pain in the limbs. There was by now well demarcated ischaemic necrosis of the distal hands, feet, and nose (Figs 2 and 3) .
During the ensuing two months she underwent a Occlusion of large cerebral vessels resulting in stroke is not uncommon in SLE,5 6 and involvement of other arteries such as mesenteric,7 x retinal,9 and coronary"' has also been recorded. Large vessel arterial involvement with gangrene of the extremities has recently been described."12 Although most of the patients reported were diagnosed as having SLE according to the American Rheumatism Association criteria,'3 it is now clear that many do not conform to these criteria. 14 Such patients have been described as having 'lupus-like' disease, 'variant lupus', or simply 'autoimmune disorders' or 'the antiphospholipid syndrome'. Presenting features include venous or arterial occlusions, fetal loss,'5 thrombocytopenia, false positive VDRL test, and less frequently pulmonary hypertension'6 and chorea. 17 It seems possible that the fetal loss incurred by our patient 17 years earlier may also have been related to the presence of anticardiolipin antibodies.
The association of antiphospholipid antibodies with drug therapy has also been recorded. Mueh et al in 1980 described eight patients with psychiatric illness treated with phenothiazines, who demonstrated the 'lupus anticoagulant', and thrombotic events (thrombophlebitis, pulmonary embolus, cerebral thrombosis) occurred in three of these. '8 Hydralazine had been administered in two others and procainamide in one. All of these compounds have been associated with the development of a drug induced 'lupus syndrome'. The development of symptoms in our patient on two occasions after diuretic administration suggests that the severe illness reported here may also have been drug induced. Whether the low C4 level in this patient was associated with a null allele at the C4 locus as in the case of patients with hydralazine toxicity19 remains to be investigated.
The high levels of fibrin degradation products, the low fibrinogen, and the prolonged prothrombin and kaolin-cephalin times are consistent with the syndrome of disseminated intravascular coagulation (DIC) in our patient, though the platelet count was at first normal. DIC has been reported in SLE, but it is rare.2tt 21 
